Circulation is available at http://www.circulationaha.org Figure 1. Surface 12-lead ECG tracings during ventricular tachycardia. Note left bundle-branch configuration of QRS, with left axis deviation, suggesting a right inferolateral exit of reentrant circuit.
cope was referred to our institution for evaluation. He had first had symptoms at 46 years of age and received a singlechamber atrial pacemaker for suspected sick sinus syndrome.
A current angiogram showed an unremarkable left ventricle but a dilated right ventricular outflow tract and moderate dilatation of the right ventricular chamber. A diagnosis of right ventricular dysplasia was made, and the patient underwent an electrophysiological study to evaluate his palpitations and presyncope. During right ventricular stimulation, a sustained, hemodynamically stable, wide QRS complex tachycardia with a rate of 155 bpm could be reproducibly initiated ( Figure 1 ).
During tachycardia, endocardial mapping of the right and left ventricles was performed with a 3D electroanatomic mapping system (CARTO, Biosense Webster, Johnson & Johnson) to identify the reentry circuit before ablation.
A macroreentrant circuit located in the right ventricle was identified as the mechanism of the tachycardia. An area of slow conduction (speed of the electrical impulse, 0.55 m/s; Figure 2 , zigzag arrow) was found between the tricuspid annulus and an area of scar tissue within the posterolateral outflow tract of the right ventricle. Voltage mapping showed an area of low-amplitude potential within the area of slow conduction (Figure 3 , left). A linear radiofrequency lesion severing the anatomic isthmus between the tricuspid annulus and the scar area was created (Figure 3, right) , resulting in termination of the clinical arrhythmia. Ventricular tachycardia was not reinducible on repeated electrophysiological studies at 1 day and 1 week after ablation. At 6-month follow-up, the patient was clinically symptom-free. Ϫ98 to 288 ms. Each frame represents areas of local activation (shades of red on blue background) within reentry cycle. Tachycardia wavefront propagates from interventricular septum (frame A) to isthmus between scar tissue (gray) and TA (frame B). At isthmus, wavefront conduction is slowed, as indicated by zigzag arrow (frames B through F). Wavefront exits from isthmus (frame F) and propagates to right ventricular free wall (frame G). Following cycle restarts and propagates back to area of interventricular septum (frame H). Left ventricle is not part of reentry circuit and is passively activated. Two sites from which concealed fusion was entrained (CE) are depicted in light green. Figure 3 . Left, 3D endocardial voltage map of left and right ventricles during tachycardia in right posterior oblique view. Color bar indicates local voltage amplitude, ranging from 0.1 mV (red) to Ͼ1.5 mV (purple). Right, Activation map relative to maximal value of surface ECG lead V 1 ranging from Ϫ98 ms (orange) to 288 ms (purple). Linear lesion across isthmus is shown in brown. Abbreviations and right posterior oblique view as in Figure 2 ).
